Brief communications 75 asite also differed structurally from Caryospora sp. because gamonts were not found and schizonts and merozoites were much larger than those of Caryospora sp. 2 In structure, the parasite in the present case resembles the Sarcocystis parasite that causes fatal encephalomyelitis in horses, cattle, and sheep. 5 Although the central nervous system in the infected dog was not examined, its litter-mate died of protozoan encephalomyelitis. 4
Immunohistochemical diagnosis of protozoan parasites in lesions of equine protozoa1 myeloencephalitis
America. The apparent etiologic agent is an apicomplexan protozoan that closely resembles members of the genus Sarcocystis. 3, 7 No antemortem diagnostic assay exists. Postmortem diagnosis is based on the presence of characteristic gross and microscopic lesions, 6 but identification of organisms in lesions is tedious and often unrewarding. 1, 6 We report an immunohistochemical method to facilitate postmortem diagnosis of EPM.
Brain and spinal cord lesions from 25 cases of EPM were examined. Three of the cases were confirmed by observation of protozoa in hematoxylin and eosin (HE)-stained sections. An avidin-biotin-peroxidase complex (ABPC) immunoperoxidase staining kit a was used to detect polyclonal rabbit antiserum in formalin-fixed paraffin-embedded tissue sections. Six-micrometer sections were deparaffinized in xylene and rehydrated in graded alcohols followed by tap and distilled water washes. The ABPC procedure was conducted according to the manufacturer's recommendations. Tris-buffered saline (TBS), 0.05 M, pH 7.5, was used in wash steps. Polyclonal rabbit anti-Sarcocystis cruzi serum was prepared using bradyzoites isolated from naturally infected bovine muscle as previously described. 4 Polyclonal rabbit anti-Toxoplasma gondii serum b and normal rabbit serum were diluted 1: 100 in TBS and incubated with tissue sections in a humid chamber for 30 minutes at 25 C. Anti-kappa and lambda chain solution was included with the kit and used as an internal positive control. Fig. 1 showing the same schizont. HE stain. 1,000 x .
Antiserum specificity was further evaluated using tissue sections of S. cruzi sarcocysts in beef heart, T. gondii tissue cysts in feline liver from natural infections, and spinal cord from a case of equine cervical vertebral stenotic myelopathy.
Anti-S. cruzi serum specifically stained protozoa in the 3 EPM cases previously confirmed by HE localization, and more organisms were visible in ABPC-stained sections than in HE-stained sections (Figs. 1, 2) . The EPM organism was not stained with anti-T. gondii serum. Both antisera stained Toxoplasma tissue cysts in feline liver. Cervical vertebral stenotic myelopathy sections were not stained by either antiserum. None of the organisms incubated with normal rabbit serum were stained.
The immunohistochemical method described here provides a test to confirm histologic diagnosis of EPM. The cross-reaction between anti-S. cruzi serum and Toxoplasma cysts should not be a problem because T. gondii has not been found associated with EPM. 2 The lack of reciprocal crossreactivity between T. gondii antiserum and Sarcocystis observed here and by other 5, 8 needs further research. The similar pattern of reactivity found with the EPM organism and S. cruzi supports the hypothesis that Sarcocystis or a closely related genus may be the etiologic agent of EPM.
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a. OmniTagS, Lipshaw Corp., Detroit, MI. b. ICN Biomedicals, Costa Mesa, CA. Sanford old. Affected chinchillas exhibited clinical signs, which included ataxia, torticollis, paralysis, incoordination, and tumbling. Animals could control this behavior briefly to eat and drink. Even with individual nursing care, however, they became progressively worse, recumbent, comatose, and died. The ranches were separated by several kilometers, but the 3 owners had always had a close working relationship since starting their separate ranches about 4 years previously. As a result they shared animals, cages, utensils, feed, storage facilities, and occasionally chores. The largest ranch (A) had about 400 chinchillas. The other 2 (B and C) had about 250 animals each. Throughout the summer and fall of 1989 animals on the 3 ranches continued to develop CNS signs. In October 1989, 5 more live chinchillas with similar clinical signs were submitted to the laboratory for necropsy.
All animals necropsied were in good bodily condition. There were no grossly visible lesions. Tissues, including brain, were fixed in neutral buffered formalin, sectioned at 6 µm, and stained with hematoxylin and eosin (HE). Sections of brain
